unusual situation of this infiltrate is compatible with subsequent spread of disease from a primary focus in the skin.
Since 1968, when MacAuley first coined the name lymphomatoid papulosis to describe a clinically benign but histologically malignant condition, over 80 cases have been recorded (for review see Doutre et al. 1977) . Three of the cases developed systemic malignancy: one developed an undifferentiated lymphoma, another an anaplastic sarcoma, and the third a reticulum cell sarcoma. They had had lymphomatoid papulosis for 40, 18, and 8 years respectively. None of the other reported patients have had lymphadenopathy with the exception of Doutre's patient. In that patient axillary lymphadenopathy was present but no lymph node biopsy was performed. There is no recorded instance of lymphadenopathy with histological findings in association with lymphomatoid papulosis.
The patient reported here had lymphomatoid papulosis for 20 years with a typical clinical and histological presentation, and Hodgkin's disease developed in a persistent plaque in the skin and spread to involve the regional nodes. Unfortunately no biopsy prior to 1978is available to give histological support to the retrospective diagnosis of lymphomatoid papulosis.
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If a child develops an acute paralytic illness shortly after an attack of asthma, this might appear to be a complete coincidence. However, in the last six years 18such cases have heen described which are clinically so similar that there would seem to be a direct relationship between the asthma and the paralysis. The nature of this relationship is not at all clear but it may have an important bearing on the fundamental aetiology of both conditions. The case described here illustrates many of the features of this syndrome.
Case report S B was born on 8.1.1965. He developed eczema at five months of age and asthma at one year. Because of his asthma and eczema he received no immunization of any kind but his siblings had been given Sabin polio immunization.
He was admitted to hospital in 1967 when two years old with a history of being unwell for two weeks. Initially, he had developed a croupy cough and an associated asthmatic attack. His condition had improved on antibiotics over the course of a week, then three days before admission he complained of pain in his left arm and for two days had been unable to move it. At this time he was afebrile, fully conscious and without meningeal signs. He had a flaccid paralysis of his left arm. There was no sensory loss and the rest of the nervous system was normal.
Blood examination showed a haemoglobin of 11.0 g/dl and a total. white cell count of 10.0x 10 9 /1. Cerebrospinal fluid examination showed a protein of 210 mg/l, glucose 4.5 mmol/l; globulin positive, Lange 01110000, and contained 1-2 lymphocytes/ml, Neutralizing polio antibody titres were as follows: Type I -I: 16, Type 2 -I :1024, Type 3 -I :1024. Repeat values measured two weeks and two months later were identical. Faeces cultures were negative for viruses on four occasions. In 1980, serum immunoglobulins were measured and showed IgO 86 iu/ml, IgA 96 iu/ml, IgM 175 iu/ml, There has been no significant recovery in the muscles of the left arm. Wasting and secondary growth failure have become marked. His asthma has remained severe and he has required numerous hospital admissions. Systemic and inhalation steroids have had to be used for long periods. 'Case presented to Clinical Section, 6 June 1980 . Accepted 13 October 1980 Discussion Hopkins (1974) first drew attention to an acute poliomyelitis-type paralysis occurring in children following an attack of asthma. He described 10 cases aged between two and eight years who developed lower motorneurone type paralysis, in one or more limbs, 4-6 days after a severe attack of asthma. Since then, 8 further cases have been described, 3 from Britain (Danta 1975 , lIett et al. 1977 , one from the USA (Shapiro et al. 1979) , one from Sweden (Blomquist & Bjorksten 1980) and 3 more from Australia (Manson & Thong 1980) . All were left with some residual permanent weakness. All these patients had previously been immunized against poliomyelitis, 3 with Salk and 15 with Sabin vaccine. No evidence of poliomyelitis infection was found in any patient.
Our patient demonstrates most of the distinctive features of the condition described previously: the onset of paralysis a few days after an asthmatic attack, the lack of any evidence of generalized neurological disease and the lack of recovery. He differs from the others in that he had never' received primary poliomyelitis immunization (although presumably he had acquired secondary immunization when his siblings received Sabin vaccine) and in that the preceding asthma attack was relatively mild and did not require hospital admission.
All the cases described have so much in common that there can be little doubt that we are dealing here with a single clinical entity. The cause, however, is still a complete mystery. It may be significant that this case, the earliest so far described, occurred like all the others in a country where poliomyelitis had practically been eliminated by universal immunization. Obviously the condition might have been difficult to identify as a separate entity in the presence of poliomyelitis; but if it is not a new syndrome it is strange that no one has drawn attention to an occasional association of asthma and poliomyelitis. If it is indeed a new condition, has it arisen due to a change in the nature or the treatment of asthma? Is it due to a viral agent or can it in some way still be associated with poliomyelitis or with the immune state to that infection? Many of the cases described were fully investigated for viral infections, but no consistent pattern was found and in most cases there was no evidence of any recent viral infection. All who were tested for poliomyelitis had raised titres of antibodies for at least one strain, but in none was a change of titre detected during the illness. Manson & Thong (1980) have argued that the asthmatic attack may, in some way, alter the immune state of the patient: under these circumstances, an otherwise innocuous virus might behave in a different way. They demonstrated minor immunological abnormalities in 3 affected patients, but the tests were done some years after the original illness and their significance is doubtful.
It is also striking that at the time when the paralysis develops in this condition there is no evidence of generalized disease, as might be expected if it was due to an active viral infection. The pattern of onset is more like that seen in neurological immune disorders such as acute polyneuritis or brachial plexus neuritis. However, no sensory changes have been detected in any of the described cases and very significant recovery of function is the rule in immune neurological diseases.
